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Cover Legend: Top: Model for epigenetic regulation of the lytic versus latent infection decision by HSV. (A). Following infection of epithelial cells, the capsid is transported to the 
nuclear pore where the viral DNA is released into the nucleus where it rapidly circularizes and becomes associated with histones. VP16 from the virion tegument forms a complex 
with HCF-1 and Oct1 that binds to viral IE promoters and HCF-1 recruits histone modiﬁ cation enzymes and chromatin remodeling complexes that decrease histone association with 
viral IE genes and increase euchromatin marks on the remaining associated histones. ICP0 is expressed as an IE protein and it promotes the same processes on the rest of the 
genome. (B). Following infection of neuronal cells, the capsid is also transported to the nuclear pore where the viral DNA is released into the nucleus where it rapidly circularizes 
and becomes associated with histones. VP16 cannot be transported into the neuronal nucleus and/or HCF-1 is not localized in the nucleus so viral IE genes are not transcribed 
efﬁ ciently. Instead the latency-associated transcript is expressed and it promotes the association of facultative heterochromatin marks on the viral chromatin (Copyright, Lynne 
Chang and David Knipe).
Second Row Left and Third Row Left and Center: Preferential association of H3K4me2 with replicated CMV chromatin. MRC-5 cells wereinfected with CMV Towne at a 
low multiplicity. H3K4me2, nascent DNA, and total DNA wereco-stained using appropriate antibodies (rabbit polyclonal antibodies for H3K4me2 and AlexaFluor 488-coupled goat 
antibodies for rabbit immunoglobulins), 5-ethynyl-2’-deoxyuridine(EdU)-based “click chemistry”, and 4’,6-diamidino-2-phenylindole (DAPI), respectively. Arrowheads point at a 
nucleus showing accumulation of H3K4me2 at the site of viral DNA synthesis. Figure provided by Alexandra Asbach-Nitzsche (University of Regensburg).
Second Row Middle: Observation of foamy virus and foamy viral infected cells. An immunoﬂ uorescent staining was performed as previously described (Calattini et al., 2007). 
FV antigens are revealed in the green channel and nuclei are stained with DAPI.
Second Row Right: Transmission electron micrograph of MCPyV virus-like particles composed of VP1 and VP2 proteins. The VP1 and VP2 proteins self-assemble into ~50 nm 
icosahedral particles. (Scale bar=100 nm).
Third Row Right: Observation of foamy virus and foamy viral infected cells. Observation of the SFV-infected cells was performed under light microscopy and shows a large 
FV-induced syncytium with a “foamy” aspect.
